T HE PURPOSE of this paper is to emphasize the occurrence of systemic embolism as a sign, often the presenting one, of cardiac myxomas. The literature is reviewed and a new case reported.
Primary cardiac tumors are rare. They have been found in 0.05 per cent of autopsied material; secondary metastatic cardiac tumors occur in 0.6 per cent of cases.1 The antemortem diagnosis of primary cardiac tumors is rarer still, but with the advent of angiocardiography and adequate technies for their surgical removal, the consideration of this diagnosis has become critical. The most common primary tumor is the myxoma. This basic tumor has a broad spectrum of appearance, namely, fibromyxoma, myxohemangioma, myxohemangioendothelioma, etc. The myxoma accounts for 50 per cent of all primary tumors. Approximately 75 per cent of these occur in the left atrium,2 usually in the region of the rim of the fossa ovale. Approximately 20 per cent occur in the right atrium; the rest may arise on a valve leaflet, from the ventricular endocardium, or from the wall of the pulmonary artery. 3 Cardiac myxomas have been reported in the age group of the newborn4 to 70 years. The patient was a 33-year-old Negro waitress who, 8 months prior to admission, developed a sudden onset of left-sided hemiplegia. She was admitted to another hospital where the diagnoses of rheumatic heart disease with mitral stenosis, presumed paroxysmal atrial fibrillation, and embolization to the right middle cerebral artery were made. Her hospital course and clinic follow-up were uneventful. The salient physical findings during her clinic visits were a residual left hemiparesis, normal sinus rhythm, and a middiastolic apical thrill and rumbling murmur. There was no evidence of decompensation, and the patient was given no therapy. There was no past history of rheumatic fever.
On the day prior to admission, the patient noted sudden tingling and lightheadedness which lasted 5 minutes. Two hours later she suddenlv lost consciousness and remained so for 30 minutes. There were no convulsive movements, tongue biting, or incontinence. Incoherent speech lasted several hours after this episode, and a frontal headache persisted to the time of admission.
On admission, the patient's temperature was 99 F., pulse 92 and regular, blood pressure 105/75. There was a residual left hemiparesis. The heart was not enlarged. There was a grade-V rumbling midand presystolic murmur and thrill at the apex, which radiated to the axilla. The first heart sound was accentuated at the apex. The second heart sound was loudest in the second right interspace. No third sound was evident. The remainder of the physical examination was not remarkable.
On admission, urinalysis, hemoglobin, leukocyte count and differential were normal. Blood cultures were negative. Fluoroscopy revealed moderate enlargement of the left atrium and outflow tract of the right ventricle. An electrocardiogram was within normal limits. the systolic aiurinur had becomie very loud. The feiioral pulses were weak, as were the popliteal, left posterior tibial, and dorsalis pedis pulses PBoth legs were cool, the right more than the left, a nd a rather sharp line of temperature change occurred just above the right popliteal fossa. The patient was taken to surgery with a diagnosis of saddle embolus of the aortic bifurcation fromii a detached cardiac throm-bus or rupture of a mitral cusp.
At operation, a mass of gelatinous, iiiultiloeu-lated, homogeneous, yellow embolus was removed from the bifurcation of the aorta. No clot was present above or below the embolus. A tentative diagnosis of a detached myxoma was made. The patient's blood pressure was unobtainable on several occasions during the procedure despite blood replacement and vasopressor agents.
Immediately postoperatively, the patient developed a transient right bundle-branch block and myocardial iseheimiia. The left leg had good pulsations throughout, whereas mnummification devel- 
Morphologic Findings
At autopsy, a smtiall tumor pediele was fouinid in tlie left atriumti, arising from the posterior inargin of the atrial septum (figure Circulation, Volume XXVI, July 1962 1). Tumiiior emnboli and ilifarets were found iii the liver, spleen, left kidney, and right iniddle eerebral artery. The histology of these peripheral emboli, the aortic embolus memoved at surgery (figure 2) and the tunor inass in the left atrium (figures 3 and 4),was identical, and was that of a myxohemangioendothelioma: the residual left atrial tumor jutted out from a thickened endocardium. A portion of its surface was covered by flattened enidothelial cells. At its point of origin froin the endocardium there was a considerable degree of necrosis, hemorrhage, and rounid-cell infiltrationi. The nodule itself consisted of a myxomnatous stroina in which can be seen scattered plasma cells and giant cells.
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The nuclei of the latter were round to slightly oval in shape. They were surrounded by ail ill-defined, pale eosinophilic cytoplasm. In some fields they appeared to surround thin, slit-like spaces. Also present within the myxomatous stroma were small collections of red cells, occasional hemosiderin-laden macrophages, and moderate numbers of lymphocytes. Summary A case of left atrial myxohemangioendothelioma, diagnosed ante mortem by removing a tumor embolus to the bifurcation of the aorta, is reported. The patient had been misdiagnosed as having had rheumatic heart disease with paroxysmal atrial fibrillation and embolization to the right middle cerebral artery. In retrospect, because of the characteristics of the second heart sound and absence of an opening snap, a rheumatic etiology should have been questioned.
The literature regarding embolization of atrial myxomas has been reviewed.
The nature of our mind leads us to seek the essence or the why of things. Thus we aim beyond the goal that it is given us to reach; for experience soon teaches us that we cannot get beyond the how, i.e., beyond the immediate cause or the necessary conditions of phenomena. In this respect the limits of our knowledge are the same in biological as in physico-chemical sciences.
When, by successive analyses, we find the immediate cause determining the circumstances in which a phenomenon presents itself, we reach a scientific goal beyond which we cannot pass. When we know that water, with all its properties, results from combining oxygen and hydrogen in certain proportions, we know everything we can know about it; and that corresponds to the how and not to the why of things. We know how water can be made; but why does the combination of one volume of oxygen with two volumes of hydrogen produce water? We have no idea. In medicine it is equally absurd to concern one's self with the question "why." Yet physicians ask it often.
It was probably to make fun of this tendency, which results from lack of the senise of limits to our learning, that Moliere put the following answer into the mouth of his candidate for the medical degree. Asked why opium puts people to sleep, he answered: "Quia est in eo virtus dormitiva, cujus est natura sensus assoupire." This answer seems ludicrous and absurd; yet no other anwer could be made. In the same way, if we wished to answer the question: "Why does hydrogen, in combining with oxygen, produce water?" We should have to answer: "Because hydrogen has the quality of being able to beget water." Only the question "why," then, is really absurd, because it necessarily involves a naive or ridiculous answer. So we had better recognize that we do not know;
and that the limits of our knowledge are precisely here.-CLAUDE BERNARD. An Introduction to the Study of Experimental Medicine. New York, The Macmillan Company, 1927, p. 80.
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